A spontaneous spinal epidural hematoma without any identified etiology is a very rare entity. We report here a 44 years old woman admitted within our department for 04 days of severe back pain complicated rapidly of bilateral lower-limbs weakness and urinary retention. Neurological examination found a complete paraplegia (0/5 stergh), with incomplete sensory deficit below the T-10 level, bowel and bladder dysfunction, decreased deep and superficial reflex. MRI with different sequences showed a large epidural mass lesion with slightly high signal intensity on T1-weighted images and heterogeneous low signal intensity on T2-weighted images from T11 to L1 suggesting an epidural hematoma. She underwent an urgent total laminectomy from T11 to L1 following by a complete removal of a large dark and compact epidural hematoma compressing the spinal cord. Operatively, there's no sign suggesting an AVM. Postoperative course was uneventful and she was discharged ten days after surgery with complete recovery.
Introduction
Spontaneous spinal epidural hematoma (SSEH) is a relatively rare disease estimated to 0.3% to 0.9% of spinal epidural space-occupying lesions [1] . SSEH usually presents with sudden onset of neck or back pain followed by symptoms and signs of rapidly evolving nerve root and spinal cord compression [2] . So, its management requires prompt diagnosis and urgent treatment to prevent serious permanent neurological damages; this is why most surgeons advocate aggressive and early surgical intervention [3] [4] . Here, the authors describe a case of an 44 years old woman presented within our department with complete paraplegia revealing a compressive spinal epidural hematoma that was totally managed with good outcome four days after the initial presentation of her symptoms.
Case Report
A 44-year-old woman was admitted within our department for 04 days of severe back pain complicated rapidly of bilateral lower-limbs weakness and urinary retention. Neurological examination found a complete paraplegia (0/5 stergh), with incomplete sensory deficit below the T-10 level, bowel and bladder dysfunction, decreased deep and superficial reflex. She denied any past medical history or trauma. Magnetic Resonance Imaging (MRI) with different sequences showed a large epidural mass lesion compressing the spinal cord, with slightly high signal intensity on T1-weighted images and heterogeneous low signal intensity on T2-weighted images from T11 to L1 suggesting an epidural hematoma (Figure 1) . The haemostasis profile was normal and she had no history of back trauma or vascular risk factors such as arterial hypertension, diabetes mellitus, dyslipidemia and other potential bleeding disorder or medication, which can induce such blood dyscrasia.
She underwent an urgent total laminectomy from T11 to L1 following by a complete removal of a large dark and compact epidural hematoma compressing the spinal cord. Operatively, there's no sign suggesting an arterio veinous malformation (AVM). The hematoma was evacuated, the cord adequately decompressed, and the tissue was sent for histology. Postoperative course was uneventful and she was discharged ten days after surgery with complete recovery.Histological examination revealed engorged vessels, with hemorrhage and clot in the extra vascular tissues, but no features to suggest inflammation or tumor in the biopsy.
A postoperative MRI study ( Figure 2 ) showed a total evacuation of the epidural hematoma and continues to feel well since ten months.
Discussion
A spontaneous spinal epidural hematoma (SSEH) is a very rare condition that may be managed promptly to prevent serious permanent neurological damages [3] . The spontaneous development of such hematomas is most frequent after the fourth or fifth decade [5] [6] . However, it has been reported to occur in all age groups, but it is a very rare clinical entity in children [7] - [9] . Certain precipitating factors, including anticoagulant therapy for prosthetic cardiac valves, therapeutic thrombolysis for acute myocardiac infarction, hemophilia B, factor XI (a) (b) Figure 1 . PreoperativeT2-weighted MRI shows a spontaneous spinal epidural heterogeneous low signal intensity hematoma located from T11 to L1 (a) and spinal compression on the dorsal and right lateral sides (b). deficiency, long-term aspirin using as a platelet aggregation inhibitor, and vascular malformation, are suggested to be correlated with spontaneous spinal epidural hematomas [10] [11] . It is also a rare occurrence during pregnancy, with only six cases reported in the literature [12] . Statistically, idiopathic cases account for approximate 40% of all cases [13] [14] . The most common site of a spontaneous spinal epidural hematoma is the cervicothoracic region or thoracolumbar region [7] [15]. Up to now, there have been disputes about the origin of these hematomas. Most researchers assert that SSEHs arise from the epidural venous plexus in the spinal epidural space [13] , [16] - [18] , although several authors have proposed the spinal epidural arteries as a source of hemorrhage [19] . Proof of either is difficult because, in most cases, there is lack of angiographic documentation of the lesion and, even with open surgical exploration and clot removal, the specific cause is often not evident [1] [20] . The spinal epidural space contains an extensive internal venous plexus, which communicates with the external vertebral venous plexus. Together, they form the Batson plexus, a valveless low-pressure system that provides an alternate route for venous return from other areas of the body and assists in regulating volume and pressure changes between the intrathoracic, intraabdominal, and intraspinal systems [6] [9] [14] [21] . Valsalva maneuvers, such as straining, coughing, or lifting, increase intra abdominal and intrathoracic pressure [6] [22] . This, in turn, is transferred to the spinal epidural venous system and is thought to contribute to the rupture and hemorrhage of the epidural venous vessels [14] [23] . The typical clinical presentation of SSEH is the sudden onset of severe back, neck or inter scapular pain followed by progressive neurological deficits (paraparesis or quadriparesis). These signs are depending on the level of the lesion and the nerve root [11] [16] . Currently, MRI is considered as the first choice diagnostic method for SSEH [4] . It typically shows biconvex hematomas in the epidural space with well-defined border stapering superiorly and inferiorly. Subacute hematomas show characteristic high signal intensity on T1-weighted images, low signal intensity on theT2 weighted images [7] [23]. A Computed Tomography (CT) scan should be obtained if MRI is unavailable or contraindicated [23] [24] . The differential diagnosis of spontaneous spinal epidural hematoma includes an acute herniated intervertebral disc, acute ischemia of the spinal cord, epidural tumor or abscess, spondylitis, transverse myelitis, or even a dissecting aortic aneurysm and acute myocardial infarction [25] . Early surgical intervention is the general treatment for spontaneous spinal epidural hematomas [26] . The procedure includes decompressive laminectomy and hematoma removal. In cases with incomplete neurological deficits, the operation should be performed within 48 hours of the onset of the initial symptoms [3] . If the initial neurological deficits are complete, the operation should be performed within 36 hours [3] . Conservative treatment as also been documented, and it was employed only when neurological deficits improved in the early phase or with the coexistence of coagulopathy [27] . Therapeutic outcome depends on the time between the onset of symptoms and surgical decompression and the level of preoperative neurological deficit; that means, patients with severe neurological deficits preoperatively have poor clinical outcomes [15] [25] [28] . In a review of 330 cases of SSEH in the literature, some authors conclude that those patients with complete preoperative sensorimotor loss are at high risk for persisting neurological deficits after surgical decompression [25] . Other studies also showed that, of the patients with complete neurological deficits preoperatively, none returned to normal [29] . In contrast, a review of 158 cases of SSEH treated surgically found that complete sensorimotor recovery occurred in 41.9%, 26.1%, and 11.3% of patients with incomplete sensorimotor, incomplete sensory but complete motor, and complete sensorimotor deficits, respectively [30] .
In our case, the spinal cord decompression was done 04 days (96 hours) after the onset of symptoms and our patient recovered completely. Of course, the degree of recovery after surgical treatment depends on the severity of neurological deficits before treatment, but through this rare anecdotic case, we invite all the surgeons to operate all the SSEHs whatever their neurological status and the time of admission.
Conclusion
SSEH with no predisposing factors is among the rare causes of spinal cord compression, which requires early recognition, diagnosis, and surgical intervention without delay to prevent morbidity. Our patient had complete motor and slight incomplete sensory deficits at presentation, and even though she underwent surgical decompression 04 days from symptom onset, she had recovered successfully and continues to be very well since ten months. However, we conclude that patients with SSEH with our without complete neurological deficit must undergo early surgical decompression regardless of the time from symptom onset.
